tration of sodium in the edema fluid is usually the same as its concentration in normal interstitial fluid. In other words, the kidney tubules in edema are doing more osmotic work with regard to sodium than they should. It is, then, only in the sense that excessive tubular osmotic work is being done that kidney function in edema may be regarded as "poor."
More recently experimental data have been obtained purporting to show that in some cases of edema, excessive retention of water might be the primary change, followed by increased reabsorption of sodium. We shall elaborate more on these points as we discuss the problems encountered in some of the patients to be presented today.
A PHYSICIAN: Most of the cases of "salt losers" reported in the literature are sodium losers. Are there also "potassium losers" in the same sense? DR. SCHEMM: Yes, there are potassium losers, and one should be on the lookout for them especially in two situations; (1) cardiacs and nephritics, with edema previously responsive to treatment, who become refractory to treatment, and (2) patients with far-advanced kidney disease, some of whom become spontaneous potassium losers.
We have several patients in our series who belong to the first category. In the early course of their trouble, they get rid of their edema on the diuretic regime without developing potassium deficiency. As 
